SUMMARY T cell mediated immune responses in the gut can produce enteropathy and malabsorption. We have investigated the relevance of mucosal mast cells (MMC) to the mechanisms of this enteropathy by using graft-versus-host reaction (GvHR) in the rat as a model of mucosal delayed type hypersensitivity. Measurements of mucosal architecture, intraepithelial lymphocytes (IEL) and MMC counts were performed in control and experimental rats, and release of rat mast cell protease II (RMCPII) into the bloodstream was used as an index of MMC activation. In unirradiated rats,
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MUCOSAL MASI CELLS IN IRRADIATED RAI S WITH GvHR
In this experiment, the rats received 4-5 Gy irradiation as described above. Some were then reconstituted with 1 x 10' isogeneic spleen cells ip; other rats had GvHR induced by ip injection of 1-3x 10' PVG' spleen cells. For logistic reasons related to irradiation facilities, the irradiation alone and irradiation/GvHR rats were irradiated and reconstituted on two separate days and so two sets of unirradiated control rats were used (control 2 for irradiation alone, control 3 for GvHR); irradiated/reconstituted and irradiated/GvHR rats were killed in groups at seven, 10 and 14 days (six or seveni rats per group). Spleen index confirmed the presence of GvHR on day seven (1-80), day 10 (1 69) and day 14 (2.39) .
The morphological effects of irradiation/ reconstitution, and of a semi-allogeneic GvHR with irradiation, are illustrated in the Figure and 
